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JJS activates the ubiquitin protease system to degrade Huntington's disease-associated misfolded proteins

Rong Pan, Guiyu Xian, Jina Qing*

School of Stomatology, Changsha Medical College, Changsha, Hunan

[ Abstract]Objective To investigate in depth the role of JJS in inhibiting Huntington's disease (HD)-associated

pathogenic proteins (mHTT) and activating the ubiquitin-proteasome pathway (UPS) system, and to further develop

the efficacy of JJS. Methods By constructing a cellular model of neurodegenerative disease-associated HD and UPS

regulation, the expression of mHTT in cells treated with different concentrations of JJS was examined using cellular

immunofluorescence, flow cytometry and immunoblotting. Results JJS activation of UPS reduced overexpression of
EGFP-mHTT74 in HT22 cells. Conclusion JJS can inhibit mHTT by activating UPS.
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proteasome pathway
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